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Pathogenesis of Myl9-mediated CD69-positive cell progression in vascular
inflammation of pulmonary hypertension.

Kuriyama, Sachiko
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The applicant focused on the involvement of m¥osin light chain (Myl9), the
functional ligand of CD69, in the chronic vascular inflammation of pulmonary arterial hypertension
(PAH). This is thought to act as a factor that induces CD69-expressing inflammatory cells to enter
the tissue. In this study, we demonstrated that Myl9 reticular structures were significantly formed
at sites of pulmonary vascular endothelial injury and microthrombus formation in PAH model animals
compared to the normal group. Myl9/12 expression was enhanced by chronic hypoxic exposure of
pulmonary microvascular endothelial cells. These results suggest that Myl9 is involved in the
pathogenesis of pulmonary hypertension.

CD69
Myl9



(PAH)

CD4 T CD69
Myl9) Myl9
MyI9 CD69
PAH
CD4 T MyI9

PAH
PAH MyI9
in vivo
VEGF (SU5416) 3

Sugen5416 (SuHXx
Myl9
HE EVG
Myl9 a-SMA
Myl9
Myl9 Myl9
gPCR
in vitro
1% 48
mRNA gPCR
in vivo SuHx
SuHx
PAH ( )
SuHx
« 2
CD31+/CD45- Myl9
SuHx CD31+/CD45- Myl9

« 3

PAH

PAH

Myl9

MRNA

SuHXx

CD69

yl9

Myl9



(2)

(4)

(K1)
AEEHAE RE EE+HR EEWL
dokk Aokokok

50 60—

40 ®e00 ®
3?30' 0 ] ;g;
E [} ° x [ ]

20

< Sk
10 °
: ConltroISu;-IX ) Cor:troISu;-IX
in vitro
gPCR
(E3)
Endothelia};cell __ 08
K 3
o
& & 5
Myl19/12 S
whow || Zoa
0.2 0.4 g
p-actin 2
(42kDa) s

0.0

SuHx

Myl9

Myl9

MyI9

mRNA expression (Fold increase)

w

[

)

MyI9

MyI9

MyI9

fisliEETLOMMEAT

Myl9D AL EREEZ R L TW3

avhbAa—ILEt

Myl9
*¥kxk

NL

SuHX

Myl9

fifie IfLE € 7V

Myl9/12

(19kDa)
p-actin
(42kDa)

48H 24H 48H

Normoxia  Hypoxia

~

PAH






